As a clinician, I shall introduce the subject of The Environmental Autopsy by attempting to correlate certain ctinicd data with what the pathologist may find a t autopsy.
should always be suspected, and the patient's symptomatology should be carefully scrutinized to this effect. For instance, intercurrent acute gastrointestinal episodes suggestive of an acute abdomen o h e n result from sudden intake of relatively large amounts of such agents as lead, cadmium, and fluoride. More often, however, environmental toxicity leads to chronic intoxication with s l o d y and subtly developing vague symptoms such as general malaise, headaches, muscular pains, and slight fever, and eventually terminates in a kidney, liver, or brain disease o r a secondary infection (Tabte 3). Such chronic Most airborne pollutants enter our body through inhalants. Therefore, t h e lungs take o n a special significance in t h e development of environmental disease. Respiratory irritants ( Table 1) such as sulfur oxides, nitrous oxide, o r ozone settle in the respiratory tract. The larger particles impact upon t h e upper portions of the bronchial tree, the smaller and gaseous agents reach down into the respiratory bronchioles. Some remain in the bronchi until they are removed by mucus and expectoration. Others such as carbon or silica, lodge in t h e interstitium; still others settle in the lymph glands. Most respiratory pollutants rarely reach the blood stream. Carbon monoxide and hydrogen sulfide, on the other hand, penetrate the alveolar capillary bed and enter the blood stream without affecting the lungs. In contrast t o the respiratory pollutants, most systemic poisons enter the body principally through the gastrointestinal tract as well as through the lungs and the skin.
. Table 2 presents the major target organs. From this diagram, it is evident that every organ of the system is susceptible to damage by pollutants. Accordingly, when n o cause for a disease can be found at autopsy, an environmental poison subtle effects following long-term intake of or exposure to an environmental poison are difficult to relate to their cause.
Specific laboratory features are characteristic of the effects of certain environmental pollutants ( Table 4) . For instance, a low serum potassium points t o barium poisoning, low cholinesterase to intoxication by organophosphates. 1n:cadmium and fluoride poisoning, the alkaline phosphatase is elevated; in beryllium and mercury poisoning, the uric acid is high. Ferruginous bodies in the lungs point to asbestosis, a low serum cholesterol to vanadium poisoning.
It is, of course, important to determine blood and tissue levels for a suspected poison. If such assays were done routine-TABLE 3 ly a t autopsy in a general hospital, I believe that they would solve many heretofore unexplained diseases such as bronchiectasis, spontaneous pneumothorax, mucous colitis, certain forms of arthritis and, especially, migraine headaches. Table 5 presents the clinical features which are characteristic of certain environmental diseases: Thyroid disease can be related to barium and cobalt poisoning, hypertension to cadmium, a yellow discoloration of the skin to titanium, a red skin to carbon monoxide, acne to chlorinated diphenyls, maculae on the skin resembling suffusions to fluoride. The rotten-egg odor suggests hydrogen sulfide, the odor of garlic, selenium and tellurium. 
Manifestations of t h e Principal

